A 23-year
Introduction
Protein S is a plasma protein that functions as a cofactor for the anticoagulant activity of activated protein C. Deficiency of protein S may result in recurrent episodes of superficial and deep venous thrombosis and pulmonary emboli. Protein S deficiency is an established risk factor for venous thrombosis, most commonly involving the deep vein of the leg and pelvis veins. Cerebral venous throm bosis is a rare complication of protein S deficiency, with only 18 previous cases of dural sinus thrombo sis. 5,7-11,14-22) We describe the occurrence of superior sagittal sinus (SSS) thrombosis in a patient with protein S deficiency, causing a rapid decline in clinical condition. (Fig. 1) . Angiography showed occlusion of the SSS (Fig. 2) . Conservative management was in itiated with administration of glycerol, but she de teriorated rapidly over 7 hours to a Glasgow Coma Scale score of 4 as a result of massive hematoma in the right parietal lobe (Fig. 3) . External decompres sion was performed emergently, but she died 4 days later. Autopsy of brain disclosed organized thrombi in the SSS and the transverse sinus. Other venous thrombosis was not disclosed because whole body autopsy was not performed.
Laboratory data at admission were as follows: Prothrombin time was 11.9 seconds (normal range 10.4 to 12.4), partial thromboplastin time was 30.7 seconds (26 to 31), platelet count was 275 X 10911, bleeding time was 3 minutes and 30 seconds, total protein S level was 91% (65% to 130%), free protein S level was 34% (60% to 150%), protein S functional activity was 24% (60% to 150%). Anticardiolipin antibody was not present. Protein C and antithrom bin III levels were not measured. Clinical deteriora tion was so rapid that laboratory data could not in fluence on planning of treatments. 
